The infrequent association of bacterial endocarditis with auricular fibrillation and with severe mitral stenosis is noted. The relevant literature is reviewed. Eighty-two cases of bacterial endocarditis superimposed on rheumatic heart disease and 47 examples of bacterial endocarditis without underlying rheumatic valvulitis are studied. Auricular fibrillation and severe mitral stenosis occurred less frequently in these groups than in patients with rheumatic heart disease without bacterial endocarditis. Various theories to account for these observations are analyzed and an alternative explanation is offered.
THE RARE association of auricular fibrillation and subacute bacterial endocarditis has been stressed.1-'8 This may be of diagnostic value to the clinician in differentiating rheumatic heart disease from subacute bacterial endocarditis in patients with evidence of embolization. No adequate explanation for this apparent "antagonism" has been offered. The relative infrequency of severe mitral stenosis in patients with subacute bacterial endocarditis has also been noted.5, 6
At present no theory accounts for this relationship.
In reviewing the clinical features of subacute bacterial endocarditis, Libman,' in 1918, noted that "arrhythmia is remarkably infrequent."
The occurrence of auricular fibrillation in reported series of cases of bacterial endocarditis since that time are summarized in table 1.
In a review of the literature, Segal'3 collected 1,351 reported cases of bacterial endocarditis; auricular fibrillation occurred in 29 (2.14 per cent). In contrast, the average incidence of auricular fibrillation in several collected series of patients with rheumatic heart disease was 48.7 per cent. However, many of the cases with alleged auricular fibrillation included in this review were inadequately reported or only casually mentioned in the original articles; the autopsy findings were usually not described. From Five hundred and nine (5.9 per cent) of these were classified as rheumatic heart disease since they fulfilled criteria previously used '9: (1) fusion and retraction of the mitral or tricuspid valves; (2) fusion and shortening of the chordae tendineae; (3) noncalcific fusion of the aortic valve; (4) any fusion, including calcific changes, of the aortic in which the hearts did not meet the criteria for rheumatic heart disease described above. In each case the presence of auricular fibrillation and the severity of the mitral stenosis was noted. When the cardiac rhythm was abnormal, the time of onset relative to the beginning of the valvular infection was ascertained. The present study concerns those patients in whom auricular fibrillation preceded the development of bacterial endocarditis.
The severity of the mitral stenosis was graded from 1 to 4 plus with 1 plus as the least severe involvement, yet sufficient to meet the criteria above, and 4 plus as the most severe involvement, representing valves described as "fish-mouth," "buttonhole," "slit-like," "markedly stenotic," "could not admit one finger"; 2 and 3 plus represented the intermediate degrees of severity.
In the tables the cases of "subacute" bacterial endocarditis are also listed separately from the total cases of bacterial endocarditis although the artificial nature of this distinction is appreciated.3 20 No significant differences between these two groups are noted.
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There were 82 eases of bacterial endocarditis superimposed on rheumatic heart disease. Five of these were healed (all had regular rhythm) and are not included in the figures below. Of the remaining 77 cases, two patients (both with acute endocarditis) were admitted with fibrillation and the data did not indicate the length of time that this had been present; these were therefore considered with the group of established arrhythmias. Of four cases with preceding established auricular fibrillation, one patient had preceding thyrotoxicosis and two "the answer to this problem seems to depend upon two factors which contribute to the development of auricular fibrillation: the integrity of the myocardium and the duration of the disease affecting the heart."
Each of the various theories summarized above have stressed individual factors such as the resistance of the fibrotic valve to infection, local trauma to the valve, local valve "immunity," the sex of the patient, the role of chance in valvular infection, the integrity of the myocardium, and the duration of the rheumatic valvulitis. However, an adequate overall explanation has not been offered nor have the basic mechanisms been elucidated. 
